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they do suggest that low serum cholesterol levels may be a clue to some
unknown factor, possibly something that is transported in the low density
lipoprotein fraction of serum, these data and future findings should be
examined carefully.
RELATIONSHIP OF FECAL STEROID EXCRETION TO BOWEL CARC1NQGENESIS
The possibility that metabolites in the colon could provide a clue to
the presence of malignancy has stimulated a number of investigators to
study the level and spectrum of steroids in the feces of populations at
low or high risk for colon cancer, as well as of animals fed colon car-
cinogens together with various dietary regimens.  The amounts of neutral
and acidic fecal steroids correspond to the level of fat intake.  How-
ever, studies of the ratios of primary to secondary bile acids or the
ratio of cholesterol to its metabolic products (i.e., coprostanol and
coprostanone) have revealed no significant differences among the popula-
tions studied (Moskovitz et_ aL., 1979; Mower et_ al. , 1979; Reddy, 1979).
Recent comparisons of high risk and low risk populations, e.g., three
socioeconomic groups in Hong Kong (Hill et a 1., 1979) and Finns and New
Yorkers (Reddy, 1979), suggest that the concentration of bile acids is
elevated in feces of the groups that are at higher risk.
Pioneering efforts by Hill and his colleagues (1971) pointed to an
association between rates of mortality from colon cancer and fecal
excretion of bile acids as well as the fecal degradation of cholesterol
and Its metabolites. They revived an earlier concept, based on struc-
tural and steric /similarities, that bile acids might be transformed to
the carcinogen 3-methylcholanthrene by anaerobic gut bacteria.  In the
studies leading to these earlier theories, deoxycholic acid was converted
chemically to 3-methylcholanthrene by Wleland and Dane (1933) and by Cook
and Haslewood (1933). Later, Fieser and Newman (1935) derived the same
carcinogen from cholic acid. The chemical steps used In these studies
were all reactions known to occur naturally, i.e., oxidation, hydrogena-
tion, cyclizatlon, and dehydrogenation, although laboratory conditions
for the synthesis did not reproduce normally encountered biological
conditions.
Through the efforts of Hill, Reddy, Mastromarino, Narisawa, Nigro,
their coworkers, and others, the concept has evolved that fecal bile
acids and metabolites of cholesterol may function as cocarcinogens,
carcinogens, or promoters in tumorigenesis of the large bowel (Hill et
al., 1971; Mastromarino £t al., 1976; Narisawa <at al^., 1974; Nigro et
al», 1973; Reddy and Wynder, 1973; Reddy et^ al., 1977a).  To date, how-
ever, no active carcinogen derived from bile acids has been isolated
from human or amint&l feces.
£jyu (1977a) demonstrated that a fourfold increase in
fjeit (from 5% to 20%) given to rats increased the 24-hour fecal excretion

